Two cases of meningeal sarcoidosis with unusual and misleading presentations are reported. In the first case, CT scan, angiographic, and MRI findings were indistinguishable from those of meningioma. CSF pleiocytosis may help in diagnosing sarcoid pseudo-meningioma. The second patient had transient focal deficits and pachymeningitis of the convexity. The transient deficits were probably of epileptic origin based on their response to antiepileptic treatment. lb) and was enhanced on TI-weighted gadolinium MRI (fig 1 c) . Carotid angiography showed a slight stenosis of the C5 segment of the left internal carotid artery. Selective left external carotid angiography showed a vascular lesion lateral to the carotid siphon, supplied by the middle meningeal artery (fig   id) . Cerebrospinal fluid was normal except for elevated proteins (0-85 g/l). A diagnosis of meningioma was made, and the patient was treated with carbamazepine.
sarcoidosis.' Symptoms of meningeal involvement are protean and may take the form of subacute, chronic, or recurrent meningitis. Many patients are asymptomatic.' 2 We report two unusual and misleading presentations of sarcoid meningeal involvement. One mimicked a meningioma, both clinically and radiologically. The other patient had transient focal deficits and pachymeningitis of the convexity. The diagnosis was made only after meningeal biopsy despite thorough investigations.
paraesthesia of the left side of her face. Pulmonary and ocular sarcoidosis had been diagnosed in 1981, and she was being treated with prednisone (100 mg/day) and dapsone (100 mg/day). Neurological examination revealed hypesthesia around the left fifth cranial nerve with decreased corneal reflex and a left ptosis. The (10 units) , liver and salivary gland biopsy specimens, thoracic CT scan, fibreoptic bronchoscopy, Gallium scintigraphy, and extensive serological studies all yielded normal or negative results. The pulmonary function tests showed a significant decrease in the diffusion capacity. Despite the negativity of the acid-fast organisms cultures, the patient was treated with antituberculous drugs.
A meningeal and cortical biopsy was performed two months after admission. The dura was tense and adherent to the cortex. The brain surface was yellowish and rubbery.
Microscopic examination revealed a fibrous thickening of the meninges and nodular granulomatous lesions, without central necrosis.
Some follicles had a perivascular distribution. The walls of some vessels were invaded by lymphocytes with disruption of the internal elastic lamina. Cultures for bacteria, acid-fast organisms, and fungi were negative. The cortical samples showed no abnormality. These findings were consistent with the diagnosis of sarcoidosis. The patient was treated with prednisone (1 mg/kg per day) with continuation of Ranoux CSF examination may help in diagnosing sarcoid pseudo-meningioma when it reveals a pleocytosis,24 which has not been reported in meningiomas.10 In case 1, the CSF cell count was normal, but the patient was receiving corticosteroids at the time of the lumbar puncture. We suggest that patients with a known sarcoidosis and evidence of an antracranial mass undergo a lumbar puncture (if not contraindicated by the volume of the lesion) and receive a trial of steroids before surgery. Radical removal may be justified only if the lesion is causing important neurological impairment.
Pachymeningitis of the convexity is a rare presentation of neurosarcoidosis.1 -16 Headaches are the most common clinical feature followed by seizures. Two patients have presented with transient focal deficits"6 (case 2).
In view of the prevalence of affected small vessels and subclinical infarctions at necropsy of patients with neurosarcoidosis'7 an ischaemic mechanism must be considered. In our second case, however, an epileptic origin is more likely because the attacks of transient focal deficit disappeared with anticonvulsants, and the patient had also unrelated episodes of focal seizures. Negative phenomena of epileptic origin are rare but can occur especially in parietal lobe lesions.18 CSF has shown nonspecific elevation of the protein content or pleocytosis, or both. On CT scan granulomatous thickened meninges appear as slightly increased density with moderate or dense homogeneous enhancement. This aspect has been reported in pachymeningitis with various causes.9 The clear gyral enhancement seen in case 2 is probably explained by extension of the meningeal infiltrative process through the Virchow-Robin spaces.'3 In two patients with sarcoid pachymeningitis of the convexity20 MRI has shown an isointense signal relative to brain on Tl-weighted sequences and heterogeneously hyperintense or predominantly hypointense on T2-weighted sequences. The very hypointense signal of the sulci observed in case 2 on T2-weighted sequences may be related to the fibrous thickening of the meninges noted at the microscopic examination of the meningeal biopsy specimen.
The diagnosis of sarcoidosis is difficult when neurological involvement is the first or only manifestation of the disease. In fact no reliable diagnostic test for neurosarcoidosis exists. The yield from liver, salivary gland, transbronchial or muscular biopsy specimens in the diagnosis of clinically isolated neurosarcoidosis has not been evaluated. These specimens may remain negative in histologically-proven neurosarcoidosis. Even necropsy may fail to reveal systemic disease.2' Our second case, as well as other cases reported emphasise the difficulty of substantiating the diagnosis of neurosarcoidosis without cerebral or meningeal biopsy. Making the diagnosis early in the course of the disease is important as the development of meningeal fibrosis may limit response to steroids.
